Introduction
Giant Rathke's cleft cysts (RCCs) in the suprasellar region are uncommon, with few cases reported. We report a unique case of a giant suprasellar RCC extending to multiple compartments with restriction on diffusion weighted images (DWI) and resembling an epidermoid. It is also very unusual for RCCs to present with seizures. We discuss the radiological and pathological differentials for RCCs with atypical radiological features and squamous metaplasia (SM) on histopathology that compounds to clinch the diagnosis of RCC and differentiate from the craniopharyngioma (CR).
Case report
A 43-year-old male presented with history of headache for 5 years and multiple episodes of seizures for 3 months. He was a known diabetic. On examination he had no focal neurological deficits. His visual acuity was 6/6 and 6/9, normal visual fields and fundus. Biochemical analysis showed low thyroid and cortisol values. His values were T3 0.78 ng/mL (0.8-2), T4 9 mg/dL (5) (6) (7) (8) (9) (10) (11) (12) (13) (14) , TSH 2.3 mU/L (0.3-4) and cortisol 6.3 (8) (9) (10) (11) (12) (13) (14) (15) (16) (17) (18) (19) (20) (21) (22) . He did not have features of diabetes insipidus. Computed tomography (CT) brain plain scan showed a well-defined hypodense lesion (10) (11) (12) (13) (14) (15) in the suprasellar and right parasellar region measuring 5 Â 4 Â 3 cm 3 with a peripheral hyperdense rim. There was no evidence of calcification or hemorrhage ( Figure 1 ).
Magnetic resonance imaging (MRI) with contrast showed a well-defined multi-lobulated suprasellar lesion measuring 5.6 Â 4.3 Â 3.3 cm 3 which was predominantly hyperintense on T1, T2-weighted, and fluid attenuated inversion recovery (FLAIR) images suggestive of thick mucoid material. There were no definite areas of blooming in the susceptibility weighted images (SWI). The lesion showed marked diffusion restriction and mild peripheral enhancement that could be due to inflammatory changes. It had minimal intrasellar extension inferiorly with no definite widening of the sella. The pituitary gland was visualized separately from the lesion. Superiorly it was causing mass effect over the optic chiasm, hypothalamus, and third ventricle. There was no evidence of hydrocephalus. Anteriorly it was causing minimal mass effect over the bilateral anterior cerebral arteries with no definite luminal narrowing. Posteriorly there was splaying and mass effect seen over the basilar artery, mid brain and left hemi pons. Laterally it was extending into the right temporal region but there was no extension into the cavernous sinus, no mass effect over the bilateral internal carotid artery (ICA) and the intercarotid distance at the level of sphenoid sinus measures 14 mm. There was no other abnormality ( Figure 2 ).
The differentials considered were white epidermoid, CR, and neuroenteric (NE) cyst. He underwent a right pterional craniotomy and excision of the lesion. Intraoperatively a lesion containing yellowish, soft, suckable mucoid material with thick, firm capsule was seen. It was excised leaving behind the part of the capsule densely adhered to optic chiasm and basilar trunk. The postoperative period was uneventful. Postoperative CT did not show hematoma ( Figure 3 ) and MRI showed residual tumor adherent to brain stem ( Figure 4 ).
Histopathology revealed a cyst lined by columnar to squamous epithelium (non-keratinizing). The squamous epithelium appeared to be metaplastic as surface columnar nature was still retained. The cyst wall showed delicate fibrocollagenous tissue with dense lymphocytic infiltration. Glial tissue seen adhered to the cyst wall showed edema, reactive gliosis, and focal dystrophic calcification. Focal pigmentation of the cyst wall with intraepithelial neutrophilic infiltration was seen. Ameloblastic epithelium or wet keratin or goblet cell was not seen. Features were consistent with RCC with inflammation and SM ( Figure 5 ). At one year of follow-up, the patient was doing well with no further episodes of seizures and on hormonal replacements. His visual acuity remained 6/6 in right eye and in left eye improved to 6/6. He had no features of diabetes insipidus and no other complaints.
Discussion
RCC is a benign cyst derived from glandular rests of the Rathke pouch, an invagination of the oral ectoderm in the region of the intermediate lobe of the pituitary gland. 1, 2 The RCC may present in symptomatic cases with headache, hypopituitarism, hyperprolactinemia, or visual disturbances. [3] [4] [5] They may present occasionally with chemical meningitis, abscess, lymphocytic hypophysitis, or hemorrhage. 4 
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The Neuroradiology Journal 30 (3) The present case demonstrates interesting clinical and imaging features. It is uncommon for RCC to present with seizures with intact near normal visual acuity and fields. Visual loss has been documented in 35-50% of patients with RCC. 4 RCC has been commonly described as incidentally detected tumor in majority of asymptomatic cases. 4, 6 However our case demonstrates that these tumors may attain large size and can extend into multi compartments as epidermoid cysts do, and confuse radiologically as epidermoid cyst.
Symptomatic RCCs typically present during the fourth or fifth decade. 4, 5 Preoperative endocrine dysfunction was reported in 81% of RCC cases and neurological dysfunction seen in 65% of patients. 6 A few authors reported that an RCC can attain a size of 10-20 mm in diameter and mean cyst size reported was 16.3 mm. 6 It is seldom for these tumors reported to be more than 4 cm. 4, 6 So far we could find only three cases reported in the literature as giant RCCs. [7] [8] [9] Lateral extension of RCCs beyond the lateral wall of the ICA and presenting in the parasellar region is uncommon. 8, 10 Extension of the tumor in the right temporal region might be the reason for seizures in the present case.
On T1-weighted (T1W) sequences, an RCC is hypointense and on T2-weighted (T2W) imaging, most often hyperintense. An intracystic nodule with T1 hyperintense and hypointensity on T2W imaging was reported. Contrast MRI showed rim enhancement in most cases due to surrounding adenohypophysis with no enhancement in few cases. 10 Intracystic nodules of egg in cup appearance and calcifications were also reported in RCCs. 11 However, the CT and MRI features of RCCs may vary, depending on the components, viscosity of the cyst, and hemorrhage within the cyst. Contrast enhancement also varies depending on the location of the pituitary in relation to the tumor. 12, 13 On MRI, an epidermoid typically is hypointense on T1W images and hyperintense on T2W images with absence of contrast enhancement. Epidermoid tumors with atypical radiological features have been reported. White epidermoid is characterized by high lipid content made up of proteins and blood products with no cholesterol. They can show hyperintensity on T1W and T2W images or hyper on T1W and hypo on T2W images due to the high-viscosity nature of the contents. 14, 15, 16 White epidermoid also shares similar radiological features with a NE cyst, especially with hyperintensity pattern in T1W images. DWI images help since an epidermoid shows diffusion restriction. The classic NE cyst is described as a non-enhancing and hyperintense lesion on FLAIR. Due to hyperintensity in the T1W sequence, though NE cyst in the sellar region is relatively uncommon we considered it as one of the differential diagnoses. 16, 17, 18 In view of the predominant suprasellar location and large size, CR was also considered as a possibility in the present case. 6, 13 Hyperdensity in CT and post-contrast enhancement reported occasionally in RCC make the radiological diagnosis difficult. 19 Histological features distinguish CR from RCC. Stratified squamous epithelium and chronic inflammation are in favor of CR, and cuboidal or ciliated columnar epithelium is in favor of RCC. Few cases of RCC with stratified squamous epithelium that arise from metaplasia of the lining epithelium have been described. At the same time columnar epithelium in CR are also described that represent a transition from RCC to papillary CR. 6, 19, 20 SM was present in one third of cases in RCCs. Suprasellar location, rim enhancement, hypointensity on T1W sequence, and the cyst volume were reported as independent predictors of SM. 20 In a few cases, SM indicates chronic inflammatory processes and is termed as severe RCC. 20, 21 In few cases, basal cells proliferate and undergo SM due to local irritation, resulting in histological features mimicking CRs. 19, 21, 22 The primary treatment for symptomatic cases is decompression of the cyst contents and excision of the wall, with the endoscopic transsphenoidal route being the preferred approach. 3 Common complications following surgery for sellar-suprasellar RCC include recurrence, cerebrospinal fluid (CSF) rhinorrhea, and endocrine dysfunction. 1, 22, 23, 24 Conclusions An uncommon case is reported of a giant multicompartmental Rathke's cyst with diffusion restriction presenting with seizures. This case emphasizes that these cysts may acquire large size and need continuous periodical follow-ups in asymptomatic cases.
